case because the patient made a full recovery and was well for the first three days post operatively. The brain showed no signs of injury at the second operation when the dura was widely opened and the cortex inspected; the subdural fluid at the second operation was straw-coloured with no clots or blood seen. The mechanism of formation of this patient's subdural hygroma is obviously a rare one, and probably resulted because of the long duration of contact between the dura and arachnoid, resulting in a tearing of the arachnoid and escape of CSF subdurally on insertion of the "Poppen" suture. A small tear could then have resulted in a "flap valve" mechanism leading to further accumulation of hygroma fluid ultimately causing pressure effects. Because the brain had remained depressed for 48 hours prior to the first operation, we believe that the insertion of the "Poppen" suture resulted in the formation of an ex vacuo subdural hygroma which needed surgical evacuation. When using the "Poppen" suture, we suggest that this possible complication be borne in mind.
We thank Mr RH Lye, for permission to publish a case admitted under his care, Mr PL Richardson, for his criticism and Miss PA Brown for her secretarial help. The clinical presentation of the case is interesting and difficult to explain. Nominal and motor dysphasia might have been both due to compression of motor speech area by the slowly accumulating epidural blood clot, and the "steal phenomenon" due to arteriovenous fistula.' However, the absence of additional progressive neurological signs until the day of operation, the lack of organisation of haematoma, the demonstration of arteriovenous fistula and the operative findings of arterialised vein, would all Letters favour fistula as the cause of dysphasia rather than chronic epidural haematoma. Besides, the sudden progression of neurological signs 14 days after injury may be attributed to acute epidural haematoma due to ruptured pseudoaneurysm. This was the presentation in over half the reported cases of pseudoaneurysm, particularly in those in whom neurological deterioration occurred at an average of 11 days after the time of initial injury.5 Coincidental existence of an arteriovenous malformation and mycotic aneurysm of the peripheral cerebral artery were considered as the differential diagnosis. However, in the absence of preoperative history of meningitis, cardiac disease and epilepsy, these possibilities were considered unlikely. Besides, both of these pathologies of this patient showed evidence of trauma to the adjacent bone, dura or cerebral tissue, thus implicating trauma as their sole cause. 
